Introduction
Haemodialysis has revolutionised the treatment of patients with end stage renal failure; the morbidity associated with the procedure, however, is poorly recognised. Severe and symptomatic hypotension may occur in more than 25% of dialysis sessions and may restrict the amount of fluid that can be removed during dialysis. The cause of the hypotension is unknown but may be an autonomic neuropathy, whereby the patient's resistance vessels do not constrict appropriately to maintain blood pressure, or an inability to increase cardiac output by increasing heart rate. ' Another possible mechanism is excessive vasodilatation caused by acetate in the dialysis fluid. 2 The clinical observation that administering small volumes of fluid may correct the hypotension3 does not support any of these proposed mechanisms and suggests that central plasma volume may be reduced excessively. In this study we examined changes in peripheral venous tone, which in part controls central plasma volume, and peripheral vascular resistance during dialysis and compared the changes that occur during dialysis with acetate and with bicarbonate fluids.
intervals.
Dialysis was performed for four hours with 1-3 m2 hollow fibre kidneys. For the first session equal numbers of patients were randomly assigned by a technician who was unaware of the study design to receive dialysis either with an acetate buffered dialysis fluid (sodium 135 mmol/l, potassium [1] [2] [3] [4] mmol/l, calcium [1] [2] [3] [4] [5] [6] [7] [8] Mean difference* 1i5 with bicarbonate fluid (p<005) 
Discussion
The results of this study point to important abnormalities of the control of the peripheral circulation during dialysis that may contribute to the development of hypotension. The normal responses to a reduction in plasma volume such as that occurring during dialysis are venoconstriction and an increase in peripheral vascular resistance.7 Both of these mechanisms help to prevent a fall in blood pressure. The venoconstriction compensates for the reduced central plasma volume and maintains cardiac filling pressures and thereby cardiac output. The increase in peripheral vascular resistance helps maintain blood pressure despite a fall in cardiac output. Our patients showed a normal increase in peripheral vascular resistance during dialysis, but paradoxically their veins dilated. This venodilatation would accentuate the fall in central blood volume and lead to a fall in cardiac filling pressures and cardiac output and then to hypotension. Evidence supporting this as the mechanism of hypotension during dialysis is that an infusion of fluid often corrects the hypotension.
The reason for the abnormal dilatation of the venous bed is unclear. It occurred equally during both types of dialysis and therefore is not due to the vasodilating properties of acetate. It does not seem to be due to autonomic dysfunction as there were appropriate changes in heart rate and peripheral resistance during dialysis, and the veins actively dilated. It is more likely that the correction of the metabolic derangements of renal failure withdrew a stimulus to venoconstriction. Whatever the mechanism, simple measures-for example, wearing support stockings-aimed at reducing pooling of blood in peripheral veins may prevent hypotension induced by dialysis.
Management of asthma in hospital: a prospective audit C E BUCKNALL, C ROBERTSON, F MORAN, R D STEVENSON Abstract In a prospective study of management of asthma in hospital patients with acute asthma admitted to a single hospital over a calendar year were surveyed. Altogether 157 out of 194 admissions (81%) were studied. The patients (16 of whom had been admitted twice and one three times) were interviewed at home about two weeks after discharge, and their hospital records were reviewed. When interviewed an appreciable proportion of patients said that their asthma had been poorly controlled after their discharge from the hospital: 54 reported regular sleep disturbance due to wheeze, 78 tightness of the chest in the morning, and 77 wheeze after climbing one flight of stairs. Patients had been described on admission as having had symptoms of deteriorating asthma for a median of three days. Closer questioning of 71 patients, however, elicited that 50 had had regular symptoms indicating poor control for weeks or months. Most patients did not know how their drugs worked, and many did not have an appropriate plan of action in the event of a further attack. In ali the cases studied 114 patients were treated with oral corticosteroids, only 70 had had their previous maintenance treatment increased at the time of discharge, and 107 had a foliow up appointment booked for an average of three and a half weeks after discharge.
These findings show that undersupervision and undertreatment of patients with asthma are common and not confined to those dying of the condition.
Introduction
Mortality from asthma is either static' or rising in Britain,2 with about 2000 deaths a year. Oral and inhaled corticosteroids and
